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A B S T R A C T   

Cystic fibrosis-related diabetes (CFRD) is a common complication of cystic fibrosis that is associated with worse 
outcomes and higher mortality rates. CF transmembrane conductance regulator gene (CFTR) modulators have 
shown favorable effects on lung function, pulmonary exacerbations, and nutrition status. However, data 
regarding effects of CFTR modulators on glycemic control among those with CFRD is lacking. In this retro-
spective study, CGM data was analyzed to determine effect of elexacaftortezacaftor- ivacaftor therapy (ETI), a 
CFTR modulator, on glucose control among patients with CFRD. No difference was seen in glucose patterns after 
3- and 6- months of starting ETI.   

Introduction 

Cystic fibrosis (CF) is an autosomal recessive disorder that is caused 
by abnormalities in the CF transmembrane conductance regulator gene 
(CFTR). People with CF have defective copies of the gene resulting in 
thick, viscous secretions that leads to multi-organ system complications. 
Cystic fibrosis-related diabetes (CFRD) is one of the most common 
extrapulmonary comorbidities among people with CF, occurring in up to 
50 % of adults. [1] CFRD is a progressive condition that is associated 
with worse clinical outcomes, decreased pulmonary function, and 
higher mortality rates. [2] Despite this, the pathogenesis of CFRD re-
mains incompletely understood and is likely multifactorial. Studies 
show numerous factors associated with progression to CFRD including 
age, CFTR genotype, alterations in the exocrine pancreas, inflammation, 
loss of β-cell mass and reduced insulin production [3–5]. 

A new class of medication, CFTR modulators, are available for select 
groups of people with CF based upon CFTR mutation status. This class of 
medication differs from traditional symptomatic therapies in that they 
improve or restore the function of the defective CFTR protein. CFTR 
modulators have been shown to improve lung function (FEV1), risk of 
pulmonary exacerbation and nutrition status. [6–8] Among patients 
with CFRD, small clinical studies have shown mixed results regarding 
changes in glycemia with CFTR modulators. [9–13] Recently, the CFTR 

modulator elexacaftor-tezacaftor-ivacaftor (ETI) was approved for pa-
tients aged 6 years and older who have at least one copy of the most 
common CFTR mutation, F508del. This represents 85 % of the cystic 
fibrosis population. [14] In phase III trials of ETI, the effects on glucose 
were not analyzed [8,15]. 

Continuous glucose monitors (CGM) are small, wearable devices that 
measure interstitial glucose every 5–15 min to provide glycemic data 
over 24 h. Although no guidelines exist regarding CGM use in the CFRD 
population, CGM use is validated in those with CF. [16] CGM has been 
shown to optimize insulin therapy with favorable effects in BMI and 
pulmonary function. [17] However, few studies have investigated CGM 
in CFRD patients on CFTR modulator therapy. [18,19]. 

We conducted a retrospective, single-center study in adults 18 years 
and older with CFRD to determine if ETI has a favorable effect on gly-
cemia by analyzing CGM data. We hypothesized that ETI would improve 
CGM markers of hyperglycemia. 

Methods 

Participants 

Patients 18 years or older with CFRD receiving care at the University 
of Kansas Medical Center endocrinology clinic, who utilize Dexcom® G6 
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CGM as part of their routine clinical care and on standard doses of ETI 
for at least 6 months were included in this retrospective study. Patients 
were excluded if they did not have minimum 7 days of CGM data in the 
3 months prior to starting ETI and within 6 months after starting the 
drug. Those who were hospitalized or had active infections during the 
study period were excluded. Patients were identified using the Cystic 
Fibrosis Foundation Patient Registry (PortCF). All procedures were 
approved by the University of Kansas Medical Center Institutional Re-
view Board. 

CGM & laboratory measures 

Dexcom Clarity® website was used to download glucose data points 
for each patient for 3 months before and two 3-month periods after 
starting ETI. Chart review was performed to collect clinical information 
3 months before and two 3-month periods after starting ETI including 
FEV1 % predicted, body mass index (BMI), hemoglobin A1c, and insulin 
dosing. Due to limitations of chart review, we were not able to collect 
information regarding duration of diabetes. We were not able to collect 
accurate short acting insulin dosing on those using multiple daily in-
jections (2 patients), thus only basal insulin dose was reported. In those 
using insulin pump therapy (9 patients), average total daily insulin 
dosing was obtained from pump download reports scanned in electronic 
medical records when available. Only basal insulin dose was obtained 
from office visit documentation when pump download was not avail-
able. One patient on pump therapy had total daily insulin dose available 
from pump download for all time periods. 

Statistical analysis 

Descriptive statistics were calculated for baseline (pre-ETI) de-
mographic and clinical characteristics. Due skewness of absolute 
changes because of small sample size, medians, interquartile range 
(IQR) were reported for continuous variables, and frequencies and 
percentages were reported for categorical variables. CGM data were 
analyzed using the statistical computing software R (version 3.6.3) and 
R package CGM analysis (version 2.7.2) [20]. The CGM data were 
summarized during three (3-months) time periods: pre-ETI, 3-months 
post-ETI, and 6-months post- ETI. We evaluated changes from baseline 
using the Wilcoxon signed-rank test. For subgroup analyses, we used the 
Wilcoxon rank sum test to compare those changes by gender and by 
switching to ETI status. Statistical analyses were conducted using SAS 
(version 9.4). A significance level of p < 0.05 was used for all tests. 

Results 

Patients 

Twelve patients with CFRD met inclusion criteria and were included 
in the study. All patients were on insulin therapy during the study 
window. Nine patients were on insulin pump therapy and 2 were on 
multiple daily injections (MDI). One patient was excluded due to stop-
ping insulin after running out of medication during the 3-month period 
after starting ETI. The median age was 33 years (IQR 31–36 years). Of 
the 11 included in the study, 3 were males (27.3 %) and 8 were females 
(72.7 %). Two patients were on lumacaftor-ivacaftor prior to initiating 
ETI. Four patients were on tezacaftor-ivacaftor prior to initiating ETI. All 
patients were initiated on a standard dose of ETI. There was a statisti-
cally significant improvement in median FEV1 % predicted (P < 0.01), 
from pre-treatment 66 % (IQR 45–92 %) to 3 months post-treatment 60 
% (IQR 40–80 %). There was a plateaued improvement at 6 months post- 
therapy, with a median 67 % (IQR 63–95 %; P = 0.06 compared to 
baseline). Median BMI was significantly higher at both 3- and 6-months 
post therapy (23.8 kg/m2, IQR: 21.9–25.7 kg/m2; 23.2 kg/m2, IQR: 
22.3–26.3 kg/m2) compared to pretreatment (23.1 kg/m2, IQR: 
21.6–24.8 kg/m2; P=<0.01 and P = 0.03, respectively). After 6-months 

of therapy, in patients with complete data sets there was a decline in 
median hemoglobin A1c (6.8 %, IQR:6.8–7.3 % vs baseline 7.1 %, IQR: 
6.8–7.2), and a decline in median basal insulin requirement (6.8 units, 
IQR: 6.6–7.3 vs baseline 7.2 units, IQR: 6.6–8.2). However, those de-
clines did not reach statistical significance (P = 0.88 and P = 0.15, 
respectively). Clinical characteristics of patients at baseline, 3-months 
post treatment and 6-months post treatment can be seen in Table 1. 
(see Table 2.). 

CGM data 

CGM data were collected for each patient over 3-months before 
(baseline) and two consecutive 3-month periods after starting ETI. In the 
3-months period before initiation of ETI, the median sampling period 
was 70 days (IQR: 51–86 days), median percent time CGM was worn was 
79 % (IQR 60–91 %). No significant differences between baseline and 
post treatment at 3- and 6-months were observed in sampling period (P 
= 0.43 and P = 0.62) or percent time CGM was worn (P = 0.29, and P =
0.63). Median sensor glucose was not significantly different at 3- or 6- 
months compared to baseline. Median glucose was 153.6 mg/dL (IQR 
142.8–179.0 mg/dL) for the pre-treatment period compared to 147.4 
mg/dL (IQR 133.7–167.4 mg/dL) at 3- months (P = 0.24) and 142 mg/ 
dL (IQR 132.9–169.1 mg/dL) at 6- months (P = 0.52). 

There was no significant difference in percent time spent in hyper-
glycemia or hypoglycemia between 3- months pretreatment and 3- or 6- 
months post treatment. When comparing baseline period to 3- and 6- 
months after initiation of therapy, percent time spent with a glucose >
180 mg/dL was 22.03 % (IQR: 20.2–44.3 %) vs 25.2 % (IQR: 11.7–35.3 
%) at 3-months (P = 0.21), and 24.5 % (IQR: 11.5–37.2 %) at 6 months 
(P = 0.52); and percent time > 250 mg/dL was 4.6 % (IQR: 3.2–10.1 %) 
compared to 5.6 % (IQR: 1.1–9.8 %) at 3-months (P = 0.47), and 4.9 % 
(IQR: 1.3–10.3 %) at 6-months (P = 0.83). Less glucose excursions over 
180 or 250 mg/dL were observed at 6-months post treatment compared 
to pretreatment, however, they did not reach statistical significance (P 
= 0.62 and P = 0.48, respectively). 

We compared CGM data by gender and no statistically significant 
difference was seen in study subjects. When compared by previous 

Table 1 
Clinical characteristics.   

Pre-ETI 3 Months 
post-ETI 

6 Months 
post-ETI 

Change 
from 
pre- to 3 
Months 
post- 
ETI 
Pa 

Change 
from 
pre- to 6 
Months 
post- 
ETI 
Pa 

Hemoglobin 
A1c (%) 
n = 5 

7.1 
(6.8–7.2) 

7.2 
(6.5–7.2) 

6.8 
(6.6–7.3) 

>0.99 0.88 

Basal (units) 
* 
n = 8 

7.2 
(6.6–8.2) 

7.2 
(6.5–7.4) 

6.8 
(6.6–7.3) 

0.38 0.15 

TDD (units) 
(pump 
patients) 
n = 1 

12.6 10.9 10.0 NA NA 

FEV1 
(% 
predicted) 
n = 11 

60 
(40–80) 

66 
(45–92) 

67**** 

(63–95) 
<0.01 0.06 

BMI (kg/m2) 
n = 11 

23.1 
(21.6–24.8) 

23.8 
(21.9–25.7) 

23.2 
(22.3–26.3) 

<0.01 0.03 

Data reported as median (IQR). 
ETI = elexacaftor-tezacaftor-ivacaftor; *Basal = includes pump and MDI; TDD =
total daily dose. 
FEV1 = Forced effective volume; BMI = Body mass index. 

a Wilcoxon signed-rank test was used to test change in medians. 
**** N = 5. 
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treatment with modulator therapy, those who were new to start ETI had 
time lest spent with a glucose>120 mg/dL (P = 0.02) and>140 mg/dL at 
3-months (P = 0.02 and P = 0.04, respectively). 

Discussion 

In this retrospective study, we evaluated the effect of ETI on glycemia 
captured pre and post initiation of ETI in adults with CFRD using CGM. 
No significant changes in measures of glycemia were detected. After 6- 
months of therapy, there was a decline in median hemoglobin A1c 
and basal insulin requirements, however, those declines did not reach 
statistical significance. When analyzed by sex, there was no significant 
difference in glycemia between gender in our study. However, males had 
a trend towards improved glycemia as compared to females. This is 
consistent with prior study suggesting females with CFRD have poorer 
outcomes compared to their male counterparts. [32]. 

When exploring the subgroup of patients who were switching to from 
a different CFTR modulator, there was a trend towards improved gly-
cemic control in those who were not previously on CFTR modulator 
therapy with a statistically significant improvement at 3-months in the 
percent of time spent with glucose values>120 mg/dL and 140 mg/dL. 

Among patients with CF, studies show mixed results regarding effect 
of CFTR modulators on glycemia. In a study involving 40 patients, aged 
12 years and older, with newly diagnosed diabetes or impaired glucose 
tolerance, Misgault and colleagues reported a decrease in CFRD by 50 % 
after one year of treatment with lumacaftor-ivacaftor. [21] Dagan et al., 
also reported similar results. [22] In a recent retrospective analysis 
following 14 adults with CFRD on ivacaftor therapy alone or in combi-
nation over 2.5 years, 5 patients were able to discontinue insulin ther-
apy. [23] Moreover, case reports suggest an improvement in glycemia 
and remission of CFRD with sustained glycemic control off insulin after 
treatment with ivacaftor. [10,12] In addition, large observational data 
from the US and UK CF registry demonstrated a lower prevalence of 
CFRD among CF patients treated with CFTR modulator therapy 
compared with an untreated control with similar genotype severity. [13] 
However, there is also evidence that CFTR modular therapy has no effect 

on glycemia. Moheet and colleagues analyzed a subgroup of 39 subjects 
from the PROSPECT study, a clinical trial investigating the effect of 
lumacaftor/ivacaftor on lung function, found no improvement in insulin 
secretion or glucose tolerance testing after one year of therapy among 
subjects with normal and abnormal glucose tolerance as well as those 
with CFRD. [24,25] Thomassen et al., reported similar results after 8 
weeks of treatment in patients homozygous for Phe508del mutation. 
[26]. 

CGM is validated and has been studied among CF adults and youth 
with and without diabetes. [16] The % time in range of 70–180 mg/dL is 
the recommended treatment goal for patients with type 1 and type 2 
diabetes as well as people with CF. [32] The CGM data captured in our 
study was practical in that it reflects real-life data points. The median 
CGM wear was 70 days pre- ETI and 80 days during the 3-month and 6- 
month post- ETI periods. This allowed us to capture a more compre-
hensive view of glycemic trends over time rather than a snapshot. 

Our results are in concordance with those shown by Wood et al. 
where they retrospectively examined real life CGM data in 12 patients, 
mostly pediatric, with CFRD for about 9 months before and 7 months 
after initiation of ETI and similar to our study did not show significant 
improvement in CGM data or change in hypoglycemia. [19] In CF youth 
without diabetes, Li and colleagues utilized CGM over a median of 29 
months of therapy with lumacaftor-ivacaftor found no difference in 
serum glucose or insulin secretion. Nevertheless, male patients showed 
lower glycemic variability after treatment (P = 0.03). [17] Scully and 
colleagues prospectively studied 14 adults with CFRD using Free Style 
Libre CGM® for 14 days prior to initiation of ETI and 14 days within one 
year after (patients were blinded to CGM data). [18] Their results 
showed an improvement in % time between glucose 70–180 mg/dL and 
% time spent glucose>200 mg/dL in patients with CFRD within 12 
months of initiating ETI. 

Hypoglycemia has been reported as a side effect of CFTR modulators. 
[23] However, we detected no difference in hypoglycemic events, < 70 
mg/dL or < 54 mg/dL similar to what is seen in other studies. [18,19] It 
is possible that hypoglycemic events occurred shortly after initiating ETI 
and may have been missed as no pre-defined window for capturing data 

Table 2 
Changes in CGM glycemic pattern pre- and post-Trikafta® initiation.  

N = 11 Pre-Trikafta® 3 Months post- 
Trikafta® 

6 Months post- 
Trikafta® 

Change from pre- to 3 
months post-ETI 
P 

Change from pre-to 6 
months post-ETI 
P 

% Time CGM worn during sampling period 79 
(60–91) 

85 
(74–95) 

86 
(77–94)  

0.29  0.63 

Length of CGM sampling period (days) 70 
(51–86) 

80 
(57–88) 

80 
(49–87)  

0.43  0.62 

Sensor glucose 
(mg/dl) 

153.6 
(142.8–179.0) 

147.4 
(133.7–167.4) 

143.0 
(132.9–169.1)  

0.24  0.52 

% Time between 70 and 180 mg/dL 76.1 
(56.4–77.6) 

75.0 
(64.4–87.6) 

73.0 
(63.0–87.8)  

0.12  0.32 

% Time < 54 mg/dL 0.19 
(0.03–1.05) 

0.14 
(0.05–0.28) 

0.13 
(0.06–0.23)  

0.32  0.83 

% Time < 70 mg/dL 0.5 
(0.2–4.7) 

0.9 
(0.5–1.8) 

0.8 
(0.5–1.7)  

0.41  0.76 

% Time > 140 mg/dL 51.3 
(43.4–65.2) 

46.1 
(34.5–61.0) 

43.2 
(34.3–58.2)  

0.10  0.15 

% Time > 180 mg/dL 22.0 
(20.2–44.3) 

25.2 
(11.7–35.3) 

24.5 
(11.5–37.2)  

0.21  0.52 

% time > 200 mg/dL 14.9 
(12.9–29.9) 

17.3 
(6.1–27.5) 

16.1 
(6.6–27.6)  

0.37  0.64 

% time > 250 mg/dL 4.6 
(3.2–10.1) 

5.6 
(1.1–9.8) 

5.0 
(1.3–10.3)  

0.47  0.83 

Number of excursions > 180 mg/dL 141 
(118–192) 

144 
(98–193) 

128 
(74–181)  

>0.99  0.62 

Number of excursions > 250 mg/dL 34 
(24–67) 

46 
(14–65) 

36 
(16–53)  

0.76  0.48 

Mean amplitude of glycemic excursions, 
calculated value (MAGE) 

105.9 
(98.6–109.2) 

105.1 
(81.9–124.8) 

103.3 
(82.0–124.8)  

0.32  0.37 

Data reported as median (IQR) 
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points was set for the immediate period after initiating therapy. 
Our study has several limitations that may have influenced the re-

sults. Although more representative of the real world, the extended CGM 
sampling period may have led to greater variability which affected 
measures of glycemia. Our CGM data were not blinded to the patient, 
which may have also played a role. For many patients, ETI. was initiated 
in the late Fall 2019, and the 3-month and 6-month follow up period 
after occurred during the early part of 2020 during the height of the 
COVID-19 pandemic. Some patients did not follow up during this time. 
Therefore, some parameters – A1c, basal units of insulin, total daily 
insulin dose were not taken. Some clinic visits during this time were 
done virtually, and some measures of weight and spirometry were per-
formed with home measures. ETI therapy was managed by patients’ 
pulmonary team and assessment of compliance was limited to chart 
review. 

Finally, diet intake was not tracked during this study period. It is 
unclear if increased caloric intake during the study period influenced 
CGM data especially during COVID-19 pandemic. 

Our study is strong due to representing real world CGM data using 
patients’ personal CGM devices sampled for long duration, however, 
was limited by small sample size and retrospective design. 

Conclusion 

The impacts of ETI on glycemia were examined as measured by CGM 
in 12 adults with CFRD at our clinic without improvement in glycemic 
control or change in hypoglycemia. Future, prospective studies on CFTR 
modulators are needed to determine whether this class of medication 
impacts β-cell function and glucose metabolism in patients with and 
without CFRD. 
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[8] Middleton PG, Mall MA, Dřevínek P, Lands LC, McKone EF, Polineni D, et al. VX17- 
445-102 Study Group. Elexacaftor-Tezacaftor-Ivacaftor for Cystic Fibrosis with a 
Single Phe508del Allele. N Engl J Med 2019 Nov 7;381(19):1809–19. https://doi. 
org/10.1056/NEJMoa1908639. 

[9] Bellin MD, Laguna T, Leschyshyn J, Regelmann W, Dunitz J, Billings JoAnne, et al. 
Insulin secretion improves in cystic fibrosis following ivacaftor correction of CFTR: 
a small pilot study. Pediatric Diabetes 2013;14(6):417–21. 

[10] Hayes D, McCoy KS, Sheikh SI. Resolution of cystic fibrosis-related diabetes with 
ivacaftor therapy. American Journal of Respiratory Critical Care Medicine Sep 
2014;190(5):590–1. https://doi.org/10.1164/rccm.201405-0882LE. 

[11] Tsbari R, Elyashar HI, Cymberknowh MC, Breur O, Armoni S, Livnat G, et al. CFTR 
potentiator therapy ameliorates impaired insulin secretion in CF patients with a 
gating mutation. J Cyst Fibros 2016;15:e25–7. https://doi.org/10.1016/j. 
jcf.2015.10. 

[12] Christian F, Thierman A, Shirley E, Allen K, Cross C, Jones K. Sustained Glycemic 
Control with Ivacaftor in Cystic Fibrosis-Related Diabetes. Journal of Investigative 
Medicine High Impact Case Reports. 2019 Jan-Dec 2019; 7:2324709619842898. doi: 
10.1177/2324709619842898. 

[13] Volkova N, Moy K, Evans J, Campbell D, Tian S, Simard C, et al. Disease 
progression in patients with cystic fibrosis treated with ivacaftor: Data from 
national US and UK registries. J Cyst Fibros 2020;19(1):68–79. 

[14] Cystic Fibrosis Foundation Patient Registry. 2018 Annual Data Report. Bethesda, 
Maryland. Accessed 10 December 2020. Retrieved from https://www.cff.org/ 
Research/Researcher-Resources/Patient-Registry/2018-Patient-Registry-Annual- 
Data-Report.pdf. 

[15] Heijerman HGM, McKone EF, Downey DG, Van Braeckel E, Rowe SM, Tullis E, 
et al. VX17-445-103 Trial Group. Efficacy and safety of the elexacaftor plus 
tezacaftor plus ivacaftor combination regimen in people with cystic fibrosis 
homozygous for the F508del mutation: a double-blind, randomised, phase 3 trial. 
Lancet 2019;394(10212):1940–8. 

[16] O’Riordan SMP, Hindmarsh P, Hill NR, Matthews DR, George S, Greally P, et al. 
Validation of continuous glucose monitoring in children and adolescents with 
cystic fibrosis: a prospective cohort study. Diabetes Care 2009;32(6):1020–2. 

[17] Frost F, Dyce P, Nazareth D, Malone V, Walshaw MJ. Continuous glucose 
monitoring guided insulin therapy is associated with improved clinical outcomes in 
cystic fibrosis-related diabetes. J Cyst Fibros 2018 Nov;17(6):798–803. https://doi. 
org/10.1016/j.jcf.2018.05.005. 

[18] Scully KJ, Marchetti P, Sawicki GS, Uluer A, Cernadas M, Cagnina RE, et al. The 
effect of elexacaftor/tezacaftor/ivacaftor (ETI) on glycemia in adults with cystic 
fibrosis. J Cyst Fibros 2021 Sep 13;S1569–1993(21):01377. https://doi.org/ 
10.1016/j.jcf.2021.09.001. 

[19] Wood C, Meier M, Granados A, Towler E, Findlay E, Chan C. Glycemic control in 
patients with cystic fibrosis – related diabetes before and after elexacaftor/ 
tezacaftor/ivacaftor [abstract taken from. J Cyst Fibros 2021;20 (S2)::S1. 

[20] Vigers T, Chan CL, Snell-Bergeon J, Bjornstad P, Zeitler PS, Forlenza G, et al. 
cgmanalysis: an R package for descriptive analysis of continuous glucose monitor 
data. PLoS ONE 2019;14(10):e0216851. 

[21] Misgault B, Chatron E, Reynaud Q, Touzet S, Abely M, Melly L, et al. Effect of one- 
year lumacaftor-ivacaftor treatment on glucose tolerance abnormalities in cystic 
fibrosis patients. J Cyst Fibros 2020;19(5):712–6. 

[22] Dagan A, Cohen-Cymberknoh M, Shteinberg M, Levine H, Vilozni D, Bezalel Y, 
et al. Ivacaftor for the p.Ser549Arg (S549R) gating mutation – The Israeli 
experience. Respir Med 2017;131:225–8. 

[23] Gaines H, Jones KR, Lim J, Medhi NF, Chen S, Scofield RH. Effect of CFTR 
modulator therapy on cystic fibrosis-related diabetes. J Diabetes Complications 
2021;35(6):107845. 

[24] Moheet A, Beisang D, Zhang L, Sagel SD, VanDalfsen JM, Heltshe SL, et al. 
Lumacaftor/ivacaftor therapy fails to increase insulin secretion in F508del/ 
F508del CF patients. J Cyst Fibros 2021;20(2):333–8. 

[25] Sagel SD, Khan U, Heltshe SL, Clancy JP, Borowitz D, Gelfond D, et al. Clinical 
Effectiveness of Lumacaftor/Ivacaftor in Patients with Cystic Fibrosis Homozygous 
for F508del-CFTR. A Clinical Trial. Annals of the American Thoracic Society 2021; 
18(1):75–83. 

[26] Thomassen JC, Mueller MI, Alejandre Alcazar MA, Rietschel E, van 
Koningsbruggen-Rietschel S. Effect of Lumacaftor/Ivacaftor on glucose metabolism 
and insulin secretion in Phe508del homozygous cystic fibrosis patients. J Cyst 
Fibros 2018;17(2):271–5. 

[32] Milla CE, Billings J, Moran A. Diabetes is associated with dramatically decreased 
survival in female but not male subjects with cystic fibrosis. Diabetes Care 2005 
Sep;28(9):2141–4. https://doi.org/10.2337/diacare.28.9.2141. 

H. Crow et al.                                                                                                                                                                                                                                   

https://doi.org/10.2337/dc09-0586
https://doi.org/10.2337/dc09-1215
https://doi.org/10.2337/dc09-1215
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0015
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0015
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0015
https://doi.org/10.1056/NEJMoa1105185
https://doi.org/10.1056/NEJMoa1105185
https://doi.org/10.1038/s41598-019-43652-2
https://doi.org/10.1038/s41598-019-43652-2
https://doi.org/10.1056/NEJMoa1908639
https://doi.org/10.1056/NEJMoa1908639
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0045
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0045
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0045
https://doi.org/10.1164/rccm.201405-0882LE
https://doi.org/10.1016/j.jcf.2015.10
https://doi.org/10.1016/j.jcf.2015.10
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0065
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0065
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0065
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0075
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0075
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0075
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0075
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0075
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0080
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0080
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0080
https://doi.org/10.1016/j.jcf.2018.05.005
https://doi.org/10.1016/j.jcf.2018.05.005
https://doi.org/10.1016/j.jcf.2021.09.001
https://doi.org/10.1016/j.jcf.2021.09.001
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0095
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0095
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0095
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0100
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0100
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0100
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0105
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0105
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0105
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0110
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0110
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0110
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0115
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0115
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0115
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0120
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0120
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0120
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0125
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0125
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0125
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0125
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0130
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0130
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0130
http://refhub.elsevier.com/S2214-6237(22)00015-1/h0130
https://doi.org/10.2337/diacare.28.9.2141

	CGM patterns in adults with cystic fibrosis-related diabetes before and after elexacaftor-tezacaftor-ivacaftor therapy
	Introduction
	Methods
	Participants
	CGM & laboratory measures
	Statistical analysis

	Results
	Patients
	CGM data

	Discussion
	Conclusion
	Declaration of Competing Interest
	References


